Conclusion-Tubular dysfiuction may appear in environmentally exposed subjects at lower cadmium body burdens than previously anticipated. (Occup Environ Med 1995;52:770-772) 
The median urinary cadmium concentrations were 101 nmol/mmol creatinine in people living closer than 500 metres from the plant (n = 17) and 0-46 nmol/mmol creatinine in those living further away (n = 55). The median difference was almost significant (P = 0-052). In the control group (n = 35), the median urinary cadmium was 0-2 nmol/mmol creatinine. The median difference between these two groups was highly significant (P = 0 0002). Figure 1 shows the distribution of urinary cadmium in the three groups, smokers excluded. Figure 2 shows the relation between urinary cadmium and the excretion of NAG in urine, all subjects included. The corresponding regression equation was: ln (NAG) = -1-0 + 0-20 x In (U-Cd) (P = 0-0497)
A dose-response relation between cadmium in urine and the excess excretion of urinary NAG was found (table) .
Discussion
Recently, a growing concern has arisen that tubular dysfunction may occur at lower concentrations than previously estimated in populations environmentally exposed to cadmium.7 From the published 24 hour data by Staessen et al, 8 we computed the geometric mean of urinary cadmium values to be 0-66 for control area subjects and 0-81 nmol/mmol creatinine for subjects from a polluted area, the prevalence of renal dysfunction increased the less the distance from the cadmium emitting plants. Our study shows geometric means of 0-48 (median = 0-46) and 0 75 (median = 1-01) nmol/mmol creatinine, respectively, for two groups at different distances from the plant, similar to the Belgian findings8. Furthermore, the urinary cadmium concentrations in the present study were significantly higher than in a Swedish control group.
There was significant correlation between urinary cadmium and the excretion of NAG in urine with no evidence of a threshold as was found in a recent Belgian study.'2 The regression slope was less accentuated than in the study by Bernard et al'2 possibly because we measured total NAG instead of the more specific NAG-B isoenzyme.
There was also a suggestion of an increased prevalence of urinary NAG excretion among those living close to the plant. We therefore plan to extend the study size and to include other measures of exposure (in soil, drinking water, etc) and effect (tubular function) to further elucidate the occurrence of renal dysfunction among people living in the vicinity of cadmium plants.
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